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Abstract. Diabetes, a long-term condition linked with substantial morbidity, increased mortality, and escalating healthcare 

expenses, is quickly emerging as a worldwide epidemic. The present investigation aims to evaluate ferritin levels,  

 total antioxidant status and serum vitamin D concentrations within a population of diabetic men and to identify 

any correlations that may exist between these parameters. T

Results show an increase levels of vitamin D, ferritin, and Hba1c 

in compared to healthy controls. While total antioxidant show decrease levels in compared to healthy 

controls. The significant role of increased ferritin in pathogenesis of diabetes mellitus type2 due to accumulation of ferritin 

in the liver prevents insulin from responding. In Iraqi diabetic patients, there is a strong link between circulating ferritin 

levels and total antioxidants, while vitamin D status could contribute to maintaining glucose homeostasis. 

,  

INTRODUCTION 

from 171 million in 2000 to 366 million by the year 2030 

is a chronic metabolic disorder 

release function Type 2 diabetes mellitus 

tumor
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research has  

carried out a dual -blind, randomness, dummy treatment -

controlled trial insulin hormone

prediabetes  

 

 

elimination 

 

MATERIAL AND METHODS 

Subjects 

Exclusion Criteria 
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Methods 

Statistical Analysis 

RESULTS 

Demographic Charachtrization 

Characteristics Patients n=50 

Age n (%) 

    40-49 year 23 (46) 

    50-59 year 21 (42) 

    60-70 year 6 (12) 

Gender n (%) 

   Female 28 (56) 

   Male  22 (44) 

Main Results 

decrease 
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Parameters Patients  

Mean ± SE 

Healthy controls 

Mean ± SE 

P-value 

Vitamin D (ng/ml) 22.02±1.37 17.61±1.09 0.014* 

Ferritin(ng/ml) 96.78±9.00 66.37±3.67 0.003** 

Hba1c(mg/dL) 8.46±0.22 5.71±0.10 <0.001** 

Total antioxidants mM 0.52±  1.72±1.36 <0.001** 

RBS (mg/dL) 213.98±10.99 137.92±2.39 <0.001** 

Urea (mg/dL) 31.38±3.95 30.76±2.09 0.89 

Creatinine (mg/dL) 1.28±0.11 0.94±0.03 0.005* 

Uric acid (mg/dL) 5.88±0.27 5.46±0.15 0.172 

TG (mg/dL) 201.48±16.45 177.80±5.89 0.18 

Cholestrol (mg/dL) 183.72±8.53 193.74±5.76 0.333 

LDL (mg/dL) 97.62±7.07 113.86±3.41 0.042* 

VLDL (mg/dL) 38.29±2.74 36.84±2.26 0.683 

HDL (mg/dL) 45.26±1.21 52.52±1.92 0.002** 

Characteristic Vitamin D3 Ferritin HbA1c Total antioxidant 

r P R P r P r P 

Vitamin D3 1       

Ferritin(ng/ml) 0.49 <0.001 1     

Hba1c(mg/dL) 0.34 0.015 0.197 0.170 1   

Total antioxidants mM 0.19 0.484 -0.42 0.012 0.12 0.671 1 

RBS (mg/dL) 0.008 0.954 0.229 0.110 0.134 0.353 -0.01 0.872 

Urea (mg/dL) -0.23 0.099 -0.063 0.662 -0.165 0.253 0.18 0.224 

Creatinine (mg/dL) -0.29 0.039 -0.162 0.262 -0.084 0.56 -0.21 0.194 

Uric acid (mg/dL) -0.32 0.02 -0.144 0.318 -0.188 0.190 -0.03 0.774 

TG (mg/dL) 0.067 0.645 0.136 0.346 0.096 0.508 -0.09 0.513 

Cholestrol (mg/dL) 0.079 0.586 0.127 0.380 0.239 0.095 0.13 0.389 

LDL (mg/dL) 0.78 0.591 0.114 0.430 0.279 0.05 0.24 0.06 

VLDL (mg/dL) 0.20 0.163 0.235 0.101 0.219 0.126 0.06 0.646 

HDL (mg/dL) -0.227 0.112 -0.31 0.030 -0.328 0.02 0.14 0.399 

DISCUSSION 
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ding in diabetic instance (0.46 ± 

0.46 mM) compared to healthy controls (1.69 ± 1.34 mM). This reduction in diabetic subjects may be ascribed to 

heightened oxidative stress, as indicated due to fat peroxidation. The decline in antioxidants send back struggle 

between antioxidants and oxidative stress to reduce oxidative damage. When the total antioxidant standings elevated 

and adequate to neutralize oxidative stress, malondialdehyde (MDA) levels—measured by the spectrophotometric 

assay of thiobarbituric acid reactive substances (TBARS)—remain within normal limits. Conversely, when 

antioxidant levels are low, MDA levels may rise [17]. 

Total antioxidant status provides a comprehensive measure of both exogenous and endogenous antioxidants, 

offering a complete picture of the antioxidant defense. This approach is more significant than assessing individual 

antioxidants because numerous antioxidants labor synergistically to battle oxidative harm create by without charge 

radicals. The academic work on antioxidant vitamins behave by Andhra and Suchitra et al. [28] showed a decrease in 

extracellular antioxidant levels in patients with , irrespective of complications. Mahmood, I. H. et al. reported 

a lower overall antioxidant levels in diabetic patients compared to those with nerve damage, as measured utilizing the 

Cayman kit. [29]. Multiple studies have shown reduced antioxidant levels and increased peroxidative standing in 

diabetic conditions. [30]. 

Vitamin D is a versatile hormone that influences various crucial biological roles, including immune system rule 

and metal ion metabolism. While its primary is to regulate calcium and phosphate balance and aid in bone 

mineralization, numerous extrskeletal functions of vitamin D have also been identified. [31]. 

In our study of an Asian inhabitants at high chance for T2DM, we found that participants with 25(OH)D 

insufficiency had a T2DM occurrence 3.4 times higher than those with enough amount. This connection persisted 

significant even after making adjustments for factors such as fatness, insulin opposition to, pancreatic β-cell purpose, 

and other familiar T2DM risk factors. To date, significant inverse relationships among serum 25(OH)D levels and 

T2DM or impaired glucose metabolism have been observed in cross-sectional studies [32]. Older individuals with low 

25OHD levels may be less susceptible to health issues related to hypovitaminosis D compared to those who had low 

25OHD levels and developed diabetes at a younger age [33]. It is important to highlight that none of the longitudinal 

studies found a notable correlation between baseline hypovitaminosis D and the incidence of diabetes after adjusting 

for potential confounders. Additionally, insulin resistance has been found to be associated with vitamin D 

insufficiency [2].  Vitamin D may straight effect insulin responsiveness by activating insulin receptor expression. 

These findings propose a strong bind among 25(OH)D levels and inflammatory processes, indicating a potential 

mechanism by which vitamin D could be included in the evolution of T2DM. 

CONCLUSION 

The current study suggested the significant role of increased ferritin in pathogenesis of due to accumulation 

of ferritin in the liver prevents insulin from responding. In Iraqi diabetic patients, there is a strong link between 

circulating ferritin levels and total antioxidants, while vitamin D status could contribute to maintaining glucose 

homeostasis.  
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